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[Abstract] Background The proportion of myelin oligodendrocyte glycoprotein (MOG) antibody associated disorders 

(MOGAD) is significantly higher in children than in adults. Although some studies have been done, the characteristics and 

associations of phenotypes and recurrence risk in children are still unclear. Objective To observe the phenotypic features and 

recurrence factors of MOG antibody (MOG-Ab) positive in the central nervous system (CNS) for children. Methods A follow- 

up study on 54 children with MOGAD diagnosed in our hospital from Dec 2017 to Dec 2021 was performed. Phenotypic 

features at each demyelinating attack, laboratory tests, imaging characteristics, MOG-Ab titers in CSF/serum, efficacy, risk 

factors for recurrence were analyzed. The MOG-Ab was tested using cell-transfection immunofluorescence assay. Results 


In our study, the median age of onset was 6.2 years (0.5 years ~ 15 years) and the male to female ratio was 1:1.07. Serum 
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MOG-Ab titers were 1:10~1:320. Acute disseminated encephalomyelitis (ADEM) was the most common phenotype (24/54, 
44.4%), followed by ON(14/54, 25.9%) and encephalitis (10/54, 18.5%). 10 cases (10/54, 18.5%) were positive for MOG-Ab 
in blood and cerebrospinal fluid (CSF), and 2 (2/54, 3.7%) were double-positive for NMDA-Ab in CSF and MOG-Ab in serum. 
60/78(76.9%) brain MRI showed new lesions during the 78 acute attacks. The most common locations of brain were cortical 
narrator qualitative (40/60, 66.7%), optic nerve (21/60, 35.0%), basal ganglia (19/60, 31.7%), cerebellum (17/60, 28.3%), brain 
stem (11/60, 18.3%) and the corpus callosum (11/60, 18.3%). 40 patients (40/54, 74.1%) experienced one episode, the main 
phenotypes were ADEM (23/40, 57.5%) and encephalitis (10/40, 25.0%), and 14 children (14/54, 25.9%) had two or more 
episodes, the primary expressions were ADEM-ON (8/14, 57.1%) and recurrent ON (3/14, 21.4%). During our follow-up, 8 
children relapsed, but the MOG-Abs of relapsed children did not increase of acute stages of relapse, of which one case 
decreased from 1:100 to 1:32 and the other seven children were unchanged. 28 (28/54, 51.9%) children were observed to have 


a fully recovered, while 11 (11/54, 20.4%) children had various retroactive changes including visual dysfunction (6/11, 54.5%), 
which was the most common sequela, epilepsy (5/11, 45.5%), cognitive impairment (4/11, 36.4%) and motor impairment (2/11, 
18.2%). Conclusion The clinical phenotypes of MOGAD in children are diverse, in which the common are ADEM, ON and 
meningeal/encephalitis successively. Brain MRI damages are extensive, leukodystrophy-like expressions can occur in infancy. 
The phenotypes of ADEM-ON at onset and repeated ON were tend to relapse. Most children have a good prognosis, but some 
may be accompanied by neurological aftereffects. 
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Figure 1 Brain MRI lesions of patients with MOGAD. (A) Brainstem. (B) Bilateral cerebellum. (C) Parietal white matter. (D) Posterior limbs of 


the internal capsules and lateral ventricle. (E) Juxtacortical white matter. (F) Thalamus. (G) Optic nerve. (H) Spinal cords. 
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Table 1 Comparison of Single Phase and Recurrence in 54 Children 


JH RER n-40 fi A n-14 P 
AES EIS] ME RE AY [n(96)] 
ADEM 23(57.5) 1(7.1) P=0.333 
ON 2(5.0) 3(21.4) P=0.010 
ADEM+ON 1(2.5) 8(57.1) P<0.001 
TM 4(10.0) 1(7.1) P=0.320 
Hoi de 10(25) 1(7.1) P=0.706 
Tí AIR AEM [n(%)] 

BR 11(27.5) 8(57.1) P=0.343 
Hijo 21(52.5) 10(71.4) P=0.124 
Tai B 3(7.5) 5(35.7) P=0.529 
ATCA 3(7.5) 3(21.4) P=0.574 
AATF Bee 6(15.0) 8(57.1) P=0.308 
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